vasculitides provide variable results, which may be related to the intensity of systemic inflammation, specific pathogenic factors, and differing anti-inflammatory therapies, some of which, and particularly glucocorticosteroids, may adversely affect lipid profiles, glucose and insulin levels, platelet function, and other thrombotic factors. Behcet's disease (BD) was shown to present with intracardiac thromboses and coronary aneurysms, but not with enhanced atherosclerosis [6] . Likewise, macrovascular atherosclerotic disease was not enhanced in giant cell arteritis [7] . Nonetheless, when compared with SLE, patients with Takayasu arteritis (TA) had more atherosclerotic plaques despite comparable cardiovascular risk factors [8] .
There have been several attempts to propose markers for early diagnosis and monitoring of cardiovascular disease in rheumatic disorders. Most related studies have focused on RA. One of the well-designed prospective cohort studies with 138 RA patients, who were followed from 2007 to 2013, proved that carotid plaques, intima-media thickness, and aortic pulse wave velocity predict cardiovascular events [9] . The role of many other vascular and cellular markers for predicting the course of cardiovascular disease and heart failure in inflammatory rheumatic diseases still remains poorly explored and not validated. The issue is further complicated with uncertainties associated with predictive value of vascular markers in case of combination of rheumatic diseases, other comorbidities, and across various age and ethnic cohorts. Vascular marker studies are predominantly conducted in the USA and Western Europe and are hardly applicable in the rest of the world. Cardiovascular manifestations of rheumatic diseases have been thoroughly examined over the past decades. It has been established that all structures of the heart can be affected due to the long-term systemic inflammation and specific autoimmune and autoinflammatory factors [1] . Classic clinical models of cardiovascular phenomenon in rheumatic diseases are rheumatoid arthritis (RA) and systemic lupus erythematosus (SLE), which are associated with enhanced course of atherosclerosis and various atherothrombotic events. Numerous large cohort studies of RA and SLE have provided evidence of atypical and severe course of myocardial infarction and heart failure in these autoimmune diseases, necessitating specific early diagnostic and preventive approaches.
The intensity of systemic inflammation confounds cardiovascular manifestations across rheumatic diseases. Accordingly, inflammation-induced atherosclerosis is believed to be a more pressing issue in RA and SLE than in autoinflammatory disorders [2] . Methotrexate therapy improves lipid profiles and reduces atherothrombotic risk in RA by diminishing production of C-reactive protein (CRP) and suppressing systemic inflammation [3] . Biologic agents may also protect from enhanced atherogenesis in RA by potently suppressing pro-inflammatory cytokines, such as interleukin-6 and tumor necrosis factor alpha [4] . Although there are no specifically designed trials of colchicine therapy in atherogenesis due autoinflammatory European recommendations of cardiovascular risk assessment and management in rheumatic diseases are currently available and are largely based on cohort studies of RA. These recommendations may be applicable to ankylosing spondyloarthritis (AS) and psoriatic arthritis (PsA), though related evidence-base is still not as strong as in RA. The most important point for rheumatologists managing inflammatory joint diseases is that suppressing systemic inflammation and controlling disease activity are beneficial for reducing related cardiovascular risk. Regularly assessing lipid profile and screening for carotid atherosclerotic plaques are advisable. The obtained results may guide lifestyle modifications and therapies with use of statins and antihypertensive drugs. The recommendations emphasized that the use of non-steroidal anti-inflammatory drugs (NSAIDs) and corticosteroids should be justified in view of the presence of cardiovascular risk factors and established cardiovascular disease [10] .
Despite several attempts to quantify cardiovascular risk in inflammatory joint diseases, there are still no globally acceptable recommendations. The least rheumatologists can do at this stage without use of risk scores is to properly manage the course of systemic inflammation, avoid side effects of anti-inflammatory drugs, monitor vascular function and extent of atherosclerosis, and advise lifestyle modifications. The latter may include, but not limited to smoking cessation, regular physical activity, healthy diet, all of which bring additive anti-inflammatory and antithrombotic benefits.
With the above mentioned in mind, readers of this issue are invited to reflect on carefully selected original research papers, reviews, and case studies and propose new directions for research on cardiovascular issues in rheumatic diseases.
